. Sagittal ultrasound image of the liver showing multiple echogenic foci bronchopneumonia and a staphylococcal septicaemia. He failed to respond to intravenous antibiotic therapy, and died five weeks after initial presentation.
Post-mortem examination revealed that the malignancy was in fact a primary multifocal hepatocellular carcinoma, with metastatic spread to the lungs and mediastinum.
Discussion
Although certain similarities between hepatocellular carcinoma and malignant teratoma are recognized, problems of differential diagnosis arise, as in the present case (Wilking et al. 1985 , Abelev 1971 , Sell & Becker 1978 .
Malignant teratoma most commonly occurs in the second decade of life (Lennox 1980) . In countries with a high incidence of hepatocellular carcinoma, the condition also occurs commonly in young adults, but its occurrence in this age group in a country with a low incidenceas in the present case -is most unusual (O'Brien & Gottlieb 1979) .
The serum alphafetoprotein level is raised in a number of conditions, but clinically this marker has been most useful in diagnosing and monitoring primary hepatocellular carcinoma and testicular teratoma, where especially high levels occur (Klee & Go 1982) .
Pulmonary and mediastinal metastatic spread is common with hepatocellular carcinoma (Amene et al. 1984) . As the mediastinum is not an uncommon site for teratoma, both diseases can give rise to similar appearances in the chest.
The ultrasound appearances of the liver produced by hepatocellular carcinoma have been well described (Boultbee 1979) . The difficulty of distinguishing between multifocal primary hepatocellular carcinoma and metastases of other primary tumours on ultrasound examination has been emphasized (Kamin et al. 1979 , Dubbins et al. 1981 .
Appreciation of the similarities between malignant teratoma and primary hepatocellular car-cinoma may lead to earlier diagnosis. However, differentiation between these two conditions may not always be possible on clinical and biochemical grounds alone. The histological distinctions between the two disease processes often requires additional staining techniques which may not be routinely performed. The use of such specific histological techniques should avoid delay in diagnosis and prevent inappropriate treatment, as occurred in this case. Although previously mildly exposed to asbestos, a well recognized cause of pleural fibrosis, this patient appears unique in having a steroidsensitive extrathoracic extension.
References
'Case presented to Clinical Section, 11 January 1985. Chest X-ray showed a linear shadow and a matched ventilation/perfusion scan defect at the left base. The erythrocyte sedimentation rate (ESR) was 25 mm in the first hour. Autoimmune serology tests were normal.
There was continuing left-sided chest pain with progressive left pleural thickening confirmed by computed tomography (CT), which showed minor changes on the right. In September 1982 following a normal bronchoscopy examination, left thoracotomy and decortication was performed. The fibrosis was mainly parietal and histology was unremarkable with normal underlying lung parenchyma.
He remained well until the autumn of 1983 when he developed further left chest pain and more cough and sputum, with breathlessness, at which time he finally stopped smoking. By January 1984 these symptoms were worse, associated with occasional haem.optysis and the appearance of a precordial non-tender subcutaneous mass some 2 x 3 inches (5 x 7.6 cm) in size in the line ofthe previous thoracotomy. At this time the chest X-ray was unchanged, the CT scan showed less pleural fibrosis, the ESR was 59 mm in the first hour and autoimmune serology tests were normal. Lung function tests showed mild obstructive changes only. Treatment with prednisolone led to very rapid shrinkage of the subcutaneous lump and improvement in the other symptoms. By the time of chest wall exploration the following month the lump had practically disappeared. There was pleural fibrosis and normal-looking lung; bronchoscopy was again normal.
On prednisolone he felt better than he had done for years, but in December 1984 had further left chest pain, cough and haemoptysis, with an unchanged chest X-ray. His symptoms responded briskly to raising the dose of prednisolone and he is currently well on 10 mg/day.
Discussion
Diffuse pleural fibrosis, primarily parietal and affecting the lower chest without pulmonary disease, is recognized as a common manifestation of asbestos exposure (Hillerdal 1981) . Asbestos is ubiquitous in the environment, and similar diffuse pleural thickening occurs without a significant history of occupational exposure (Ochs & Smith 1976) . Asbestos-related diffuse pleural fibrosis may present with pleural pain or as a chance finding and may follow benign pleural effusions (Epler et al. 1982) . Heavy cigarette smoking may be a contributory factor (Wright et al. 1980 , Dernovik etal. 1982 .
Some authors have suggested that diffuse pleural fibrosis can occur in the absence of asbestos or any other known cause of the condition. Israel-Asselain et al. (1961) reported a man who developed pleural disease at the age of 14 and eventually died of cor pulmonale due to cryptogenic constrictive pleural fibrosis. Clavier et al. (1976) reported 10 men with what they called cryptogenic pleural thickening, although in 4 cases there was a history of asbestos exposure. Recently several cases of progressive bilateral pleural fibrosis with no clear aetiology have been recognized: this syndrome has been labelled 'cryptogenic fibrosing pleuritis' and a report is being prepared for publication (I D A Johnston et al. personal communication). In one or two of the other cases to be reported the pleural fibrosis also showed some response to corticosteroids but never as dramatic as in the present case and in all these cases the fibrosis remained strictly intrathoracic. Steroids have also been used to prevent pleural fibrosis developing after tuberculous effusions but without proven long-term benefit.
Although the clinical picture of our patient is in large part compatible with asbestos-associated pleural disease (together with chronic bronchitis), the rapid progression, the extrathoracic extension and the sensitivity of his disease to corticosteroids make the case exceptional. The exact nature of cryptogenic fibrosing pleuritis, as described by the above authors, and its relationship to the disease of our own patient remain unclear.
